The Ebringers and their colleagues have also suggested that many London area cases of ankylosing spondylitis are started by Klebsiella pneumoniae. Evidence for this has come in 3 forms. Welsh et al., 3 working on the hypothesis that disease association with HLA haplotypes was caused by antigenic crossreactions between HLA and infective agents, tried to identify the agent by immunising rabbits with B27 positive cells and looking for antibacterial agglutinins. They found that rabbits developed antibodies against Yersinia enterocolitica and Klebsiella pneumoniae. It has further been reported -6 that faecal carriage of klebsiella was higher in patients with active disease, or who were about to become active, than it was in nonspondylitic controls or patients in whom the disease was quiescent (although this result has been disputed7). More recently an Australian group8 has shown that rabbit antisera to some strains of K. pneumoniae are cytotoxic for cells from certain patients but not against healthy B27 positive controls.
If the Ebringer cross-reactive hypothesis is correct, the following propositions should hold: (a) Cross-reactive rabbit anti-B27 lymphocyte serum Accepted for publication 27 Eight rabbit anti-klebsiella MX100 sera were tested for cytotoxicity reactions against a panel of normal and B27-positive cells. A few tests showed slightly high 51Cr release at the greatest antiserum concentration, but this could be rapidly titrated out. Table 1 shows the number of tests on B27-positive and negative normal cells giving a release of more than 20% in one of the first 2 wells of the titrations. (Background and full release are approximately 10% and 70% respectively). Cells from a total of 12 B27-positive (including 3 patients), and 11 B27-negative individuals were used. The healthy B27-positive donors included a symptom-free person who had had Reiter's syndrome diagnosed 2 years previously. Cells from this person did not differ significantly from the others. There was clearly no reaction between anti-klebsiella serum and the cells of the healthy individuals tested, even though at least 1 appeared to carry the genetic susceptibility to HLA B27-associated arthritis.
Discussion
This paper describes how we attempted and failed to find evidence for cross-reaction between HLA B27 and Klebsiella pneumoniae MX100 by a number of conventional tests, many using the original sera and bacterial strain used to define the cross-reaction. It can always be argued, with negative results, that the experimental model was not sufficiently sensitive to detect the true result. However, I think it unlikely that the 'cross-reaction' we were seeking would have been very difficult to detect. The rabbit antilymphocyte sera had substantial anti-klebsiella titres by the haemagglutination assay ('normal' sera 
